with Renilla luciferase as an internal control according to manufacturer's instructions.
149
Significance was determined using Student's T test.
151
Western blot: Intact HFKs or HPV-positive cells were rinsed with PBS and incubated in 152 PBS containing 0.5 mM EDTA for 2 minutes to remove J2 feeders at room temperature.
153
The cell lysates were then prepared and transeferred to a membrane as previously 154 described (15). The membranes were developed using ECL plus or ECL reagents
155
(Amersham, Pittsburgh, PA). Chemiluminescence signals were recorded using Eastman
156
Kodak x-ray film.
158

RT-PCR:
The cells were iosolated as described above and total RNA was extracted 
170
Southern blot: The J2 feeders were removed before the processing of HPV-positive cells
171
as described above and the HPV DNA was isolated as previously described (27) . Briefly, 
182
To investigate how and why HPV proteins target STAT-1 proteins during the viral life 
228
proteins and generated stable cells lines. The G134V mutant fails to bind CBP/p300 229 resulting in p53 acetylation while maintaining its ability to bind and degrade p53 (13, 47).
therefore preventing p53 degradation (45). We observed that two of the three E6
232
mutants were able to restore STAT-1 protein levels to those seen in HFKs (Figure 3 ).
233
The Δ118-122 and I128T mutants were more effective in restoring STAT-1 protein levels 234 in contrast to G134V which had only a minimal effect. This suggested that p53 might 235 play a role in regulating STAT-1 levels. However, when we examined the levels of p53 in 236 cells expressing either high-risk E6 or E7, we found significant variability in the levels of 237 p53 yet all were able to reduce STAT-1 to comparable levels ( Figure 3C ). This indicates
238
that absolute levels of p53 levels may not be the primary property responsible for STAT- 
293
IFNγ treatment blocks HPV amplification upon keratinocyte differentiation
294
We previously observed that in HPV positive cells incubated with interferon β, STAT-1
295
expression was increased to levels comparable to those seen in treated HFKs (7). We 
431
We also observed that the levels of SOCS-1, a JAK2 kinase inhibitor, were elevated in 
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Binding of the human E2F transcription factor to the retinoblastoma protein but 
